Reactive arthritis is a well recognised sequel to enteric infection with shigella,' salmonella.-yersinia,3 or campylobacter 4 organisms. Reactive arthritis also follows sexually acquired nongonococcal urethritis and, though there is still argument over the cause of non-gonococcal urethritis, both chlamydias and ureaplasmas are generally accepted as being probably responsible for the majority of cases.5 Despite much research effort there is no clear understanding of the pathogenesis of these reactive arthritides, though it is evident that a genetic predisposition is recognisable from the presence of the HLA-B27 histocompatibility antigen.
Although the enteric and genitourinary pathogens listed above are normally isolated from the stools or urethral exudate when cultures are performed under optimal conditions, these agents are not normally found in the affected joints. Moreover, up to the present, serum antibody studies have not provided significant understanding of the pathogenetic mech- anisms relating the intestinal or genital infection to the development of arthritis.
In 1979 it was observed that synovial lymphocytes from cases of sexually transmitted reactive arthritis were specifically stimulated by ureaplasma or chlamydia antigens,' and subsequently it was found that Enterobacteriaceae antigens stimulated synovial lymphocytes from cases of enteric reactive arthritis. The specificity of these reactions was the subject of a later report.8 This present paper compares the synovial lymphocyte responses with concurrent peripheral blood lymphocyte responses to the relevant microbiological antigens. The validity of this approach seems to have been confirmed by the observations recently reported that synovial. but not peripheral blood lymphocytes. responded to antigen derived from the causiative spirochaete in cases of Lyme arthritis."
Materials and methods

PATI ENTS
All patients for this study hiad concurrent observaitions on both synoviail iind peripheral blood lvmipho-
cytes. 701
Enteric cases Five patients were studied in whom arthritis followed an enteric infection that was bacteriologically defined. In four of these the causative organism was cultured from the stools. In the other patient a diagnosis of Shigella flexneri 2 enteritis was made from a 1/64 serum antibody titre, but no antibodies were shown against Salmonella typhi, Salm. paratyphi B, and Yersinia enterocolitica; this patient had contracted diarrhoea in Mexico, and stool cultures were obtained only after the diarrhoea had subsided, when no pathogens were found.
In three additional patients an attack of diarrhoea of undiagnosed aetiology was followed by an episode of arthritis. None of these had previous arthritis, and in each the arthritis was clinically attributed to the diarrhoea.
The clinical data on these eight patients are shown in Table 1 . Two patients had arthritis confined to one knee and one patient to both knees; the others had arthritis of between three and five joints. In three of the patients there was an associated conjunctivitis. All the patients were improving within two months of onset of their arthritis, and the The accuracy and variability of the method were determined by calculating the coefficient of variation of the [3H]thymidine triplicate uptake counts. There were differences between cases and the accuracy varied between ±10% and ±25%.
The analyses in Tables 3 and 4 were based on the logarithms of the cpm ratios of the [3H]thymidine uptakes under stimulated versus unstimulated conditions for the synovial and peripheral blood responses respectively. Logarithms were used to stabilise the variances. Paired t tests were then performed and the results shown in the tables.
Results
The reproducibility of these observations on synovial lymphocyte responses is illustrated in Fig. 1 stimulation index than to the other enteric antigens on both occasions they were tested; once again the ratios of the stimulation indexes for the individual antigens were similar in the two testings. antigens and also the enteric antigen which gave the maximal response. In Fig. 3 the eight enteric cases showed that the responses of the synovial lymphocytes were uniformly greater to enteric antigens than to either ureaplasma or chlamydia. There is a strong suggestion that there was some associated stimulation to chlamydia antigen, but this was always less than to the enteric antigen. The low or negligible peripheral blood lymphocyte responses to enteric antigens are evident.
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The level of significance between SI responses of synovial versus peripheral blood lymphocytes was n=8. t7=6-447. p<n00oos. 
